Facial pain due to compression or irritation of the trigeminal nerve can mimic true trigeminal neuralgia. The possible causes are many.
CASE HISTORY
A woman aged 52 was referred to an ear, nose and throat department with a two-month history of pain over the left cheek and side of the nose. She had no other symptoms of note except for some nasal blockage. Left maxillary sinusitis was diagnosed, a left intranasal antrostomy was performed and the pain disappeared. However, two months later she was complaining bitterly of pain over the left temple and zygomatic arch. Over the next eight months the pain returned to the left cheek and side of the nose. It¯uctuated, becoming more severe over a few days and then gradually decreasing, but never disappearing completely. She had no other symptoms and cranial nerve testing showed no abnormalities.
Although the pain was not typical of trigeminal neuralgia she was treated with carbamazepine. Her pain remained intractable. A magnetic resonance scan of the head was performed and, fortuitously, the most posterior coronal slices revealed a vascular abnormality within the left cavernous sinus. Angiography showed this to be a giant (2.5 cm) aneurysm arising from the posterior communicating artery and extending into the left cavernous sinus. At craniotomy, the aneurysm was clipped and aspirated and she immediately became pain-free. 5 years later there has been no recurrence.
COMMENT
The distinction between atypical facial pain and trigeminal neuralgia is not always clear. True trigeminal neuralgia is characterized by recurrent brief but intense spasms that may include more than one division of the trigeminal nerve. It can occur at any age and in either sex but is most frequently seen in women aged 50±60 years 1 . Often a trigger point can be localized and the patient will vigorously resist attempts to elicit the pain. Whilst our patient's pain was not typical of trigeminal neuralgia (being permanent) its episodic increase in intensity was suggestive.
Trigeminal neuralgia can arise from neurological diseases such as multiple sclerosis and vascular disorders such as cross compression. It can also be mimicked by nasopharyngeal tumours, dental abscesses and temporomandibular joint dysfunction. Facial pain in patients with intracranial aneurysms is sometimes associated with other cranial nerve palsies. An expanding posterior communicating artery aneurysm is a well-documented neurosurgical syndrome, causing facial pain and an oculomotor nerve palsy. Treatment by clipping and aspiration is reported to give relief 2 . An occasional patient is unsuitable for craniotomy and clipping because of a severe intercurrent medical condition and percutaneous trigeminal rhizotomy has then given impressive results 3 ; this treatment, however, should be regarded as palliative. Cranial nerve palsy may also be seen in patients with an intracranial internal carotid artery aneurysm, arising from pressure on the nerve as it passes through the cavernous sinus 4,5 . Posterior circulation aneurysms have caused progressive motor weakness by compressing the brainstem 6 .
The symptoms of facial pain in our patient stopped immediately after clipping and aspiration of the aneurysm. We cannot say why a posterior communicating artery aneurysm should affect only the maxillary division of the trigeminal nerve whilst sparing the upper and lower divisions. In an earlier reported case of facial neuralgia with aneurysm of the posterior communicating artery the maxillary division was the only division of this nerve involved, although there were other cranial nerve palsies 2 . Why should clipping of the aneurysm put an end to the pain? A possible explanation is that, by stopping the transmitted pulsation, it prevents the intermittent stretching of the nerve that is thought to be the cause 7 The salient features of Lemierre's syndrome are septicaemia preceded by oropharyngeal infection, lateral neck tenderness or swelling due to internal jugular thrombophlebitis and metastatic abscesses, especially to lungs but also to liver and kidneys.
CASE HISTORY
A girl aged 15 was admitted as an emergency after experiencing pleuritic pains for four days. Twelve days earlier she had had a sore throat; otherwise she had been in good health. On examination she was clearly ill, with temperature 38.68C, pulse 130/min and respiration 34/ min. Pleural rubs were audible bilaterally; her abdomen was held rigidly but there was no overt peritonism. Arterial blood showed a partly compensated respiratory alkalosis, with pO 2 9 kPa (patient breathing air). There was a moderate leukocytosis (white cell count 13.4610/L) with evidence of slight dehydration (urea 10.3 mmol/L, creatinine normal). Liver function tests subsequently showed modest increases in transaminases and bilirubin. On chest radiography there was a left-sided pleural collection with an opacity in the right upper zone; a computed tomographic scan of the abdomen revealed nothing of note. The working diagnosis was septicaemia originating from the chest, and she was started on intravenous co-amoxiclav and¯ucloxacillin, with a single dose of intravenous gentamicin (160 mg). Nevertheless her clinical and respiratory state continued to worsen rapidly. On repeat chest radiography at 24 hours the left pleural collection had greatly increased and there was now a collection on the right; the opacity in the right upper zone had cavitated (Figure 1) . The left-sided pleural collection was drained and the aspirate contained numerous Gram-negative rods. At 48 hours her condition was so poor as to demand admission to the intensive care unit, where she was ventilated and received inotropic support; a¯ow-guided balloon catheter was inserted. The diagnosis was ®nally achieved 56 hours after admission, when Fusobacterium necrophorum was isolated from a blood culture. This, with the original feature of sore throat, pointed to Lemierre's syndrome.
After bacterial sensitivities became known, she was switched to intravenous¯ucloxacillin (1 g four times daily) and metronidazole (500 mg three times daily). Her clinical condition continued to¯uctuate. Four days after arrival, 
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